Serositis is a feature of systemic lupus erythematosus (SLE The patient was treated with 100 mg of prednisone and diuretics. Ten days later she developed pericardial rub, S3 gallop, while the amount of ascitic fluid increased. Urine analysis showed cellular casts and 1 g protein was excreted daily. Bolus cyclophosphamide treatment was offered, which the patient rejected, and treatment was started with azathioprine 200 mg daily. A week later she developed pitting oedema of the feet, while the ascites enlarged; packed cell volume dropped to 0 3 and 4-5 g protein was excreted daily. At that point she was given four intravenous pulse methylprednisolone (1 g/m2) injections at one week intervals. Two months after her admission the ascitic fluid was remarkably reduced and there were no pericardial or pleural effusions. A renal biopsy showed segmental hyperplastic glomerulonephritis (WHO class IIIa) with activity index of 7 and chronicity index of 3.
One month later (April 1989) both visual disturbances and vertigo subsided, and there was no detectable ascitic fluid. A 24 hour urine specimen contained 1 08 g protein. Eight months later she remains free from symptoms while continuing to take prednisone (25 mg daily) and azathioprine (150 mg/daily).
Discussion
Our patient had chronic lupus ascites which appeared several months before flaring of her disease and subsided months later with intravenous pulse methylprednisolone and oral azathioprine treatment. Only 11 cases of chronic lupus ascites have been reported so far, indicating that it is a rare manifestation of the disease."' Other causes of ascites'5 18 19 21 were excluded, and it was thus attributed to her disease. Nephrotic syndrome, which occurs in 10% of patients with SLE,4 was ruled out because ascites developed months before the kidney disease.
The patient had no signs of congestive heart failure or constrictive pericarditis. The favourable response to pulse methylprednisolone and azathioprine treatment suggests a diagnosis of peritonitis or vasculitis. Vertigo, headaches, and visual disturbances, which were dominant presenting symptoms in our patient, might be explained by a generalised vasculitis. These symptoms subsided several weeeks after the activity of the disease was controlled. Similar findings have been associated with cerebral vasculopathy. 22 Computed tomography of the brain in our case was normal. In such cases a cerebral angiogram, which was not performed in our patient, might have been indicated, particularly if these symptoms had persisted and neurological findings had been present.22 23 The pathogenesis of chronic lupus peritonitis with ascites is not entirely clear. ' 
